each described a single patient with sarcoidosis who a few years later developed myxedema, but in neither did a goitre occur nor was a biopsy of the thyroid performed. Brui et al. (1959) described a patient who presented initially with myxcedema and three years later developed sarcoidosis of the lungs; the thyroid did not enlarge but biopsy showed an almost total replacement of the gland by sarcoid tissue.
Swoidosis and Hyperthyroidism J E Stark MRCP (for A W Spence m FRCP)
Mrs E M, aged 49. Housewife First noticed swelling of the neck in 1961. This was, followed by progressive loss of weight and lack ofenergy and, early in 1962, by breathlessness and swelling of the legs and abdomen. She was admitted to hospital and a diagnosis of congestive heart failure secondary to anema was made. On examination (June 1962): Profoundly anxmic. Gross cedema of legs. Heart enlarged; no evidence of valvular disease. Blood pressure normal, pulse regular at 100. Hepatic enlargement and ascites; spleen not palpable. Thyroid diffusely but asymmetrically enlarged and very firm in consistency. Investigations (June 1962): Hb 37%. Blood film showed hypochromia. W.B.C. 3,900, normal differential. Chest X-ray showed considerable cardiac enlargement; lung fields normal. Initial treatment and progress: Following blood transfusion and diuretic therapy there was rapid reduction of cedema and of breathlessness. The hardness of the thyroid suggested carcinoma and for this reason a biopsy was carried out under local anesthesia in September 1962. The histological features were those of a primary toxic goitre. There was no evidence of sarcoidosis in the biopsy sections.
As the heart failure improved features of hyperthyroidism became clinically recognizable. Three months after admission to hospital the skin had become moist and warm, a fine tremor of the outstretched hands had developed and a regular tachycardia persisted in the absence of heart failure. Bilateral upper lid retraction was present but there was no exophthalmos. A bruit was now heard over the thyroid. The liver remained enlarged and firm; lymph glands were palpable in the axillt.
Further investigations (October 1962) : Chest X-ray now showed abnormal hilar opacities and tomography confirmed glandular enlargement at both hila. ECG showed sinus tachycardia, but no other abnormality.
Plasmaproteins: total 7 5, albumin4-5, globulin 3 0 g/100 ml; electrophoresis showed increase in y globulin. Thymol turbidity 7 units. Zinc (181): Maximumuptake of iodine by the thyroid was 83 5 % of the administered dose at one and a half hours; the ratio of activity in the blood at two hours and at forty-eight hours was 0 5:1. Thyroid auto-antibodies (Dr D Doniach): Thyroid colloid: thyroglobulin tanned cell agglutination titre 1:250,000; immunofluorescent colloid staining thyroglobulinpositive. Thyroid cell cytoplasm: immunofluorescent-positive;complementfixation titretrace. Antinuclear factor negative. Operation 16.11.62 (Mr M A Birnstingl): After preliminary treatment with methylthiouracil 300 mg per day for four weeks, followed by Lugol's iodine 10 minims t.d.s. for ten days, partial thyroidectomy and removal of pre-scalene lymph nodes were performed. Histology: The thyroid (Fig 1) showed the features of primary thyrotoxicosis and, in addition, a number of non-caseating granulomata with a few giant cells scattered throughout the gland. There was no other evidence of thyroiditis. A lymph node contained non-caseating, giant cell granulomata characteristic of sarcoidosis. 4~~~F ig 1 Section ofthyroidgland removed at operation showing a single sarcoid lesion. x 100 Further course: Six months after the operation the patient shows no evidence of abnormal thyroid function. There has been no recurrence of heart failure or of anemia and the chest X-ray shows no enlargement of lymph nodes. Plasma proteins have returned to normal.
Discussion
Histological evidence of involvement of the thyroid is not infrequently found at autopsy in cases of sarcoidosis (Longcope & Freiman 1952) . The function of the thyroid was normal in these cases. The association of sarcoidosis and hyperthyroidism has been reported on several occasions, but the presence of sarcoid tissue in a toxic goitre is very unusual. Cummins et al. (1951) described a case of hyperthyroidism with sarcoid changes in the thyroid. There was, however, no clinical or pathological evidence of sarcoid elsewhere and the possibility of a local sarcoid reaction cannot be excluded. The patient reported by Oldberg (1943) was considered to have generalized sarcoidosis, but possible caseation and a single acidfast bacillus were seen in one ofthe thyroid lesions.
Interesting features of the present case are the high level of thyroid auto-antibodies and the abnormally hard goitre, an association which suggests Hashimoto's disease. However, the patient had clear evidence of hyperthyroidism. Roitt & Doniach (1960) have reported high levels of auto-antibodies in thyrotoxicosis. Schade et al. (1960) found that those cases with high levels of thyroglobulin tanned red cell antibodies had appreciable lymphocytic infiltration ofthe thyroid.
No such infiltration was present in the thyroid of our case, and it is interesting to speculate whether infiltration of the thyroid with sarcoid tissue resulted in production of auto-antibodies.
It is unlikely that thyrotoxicosis could have resulted from sarcoid involvement of the thyroid and there is evidence that the hyperthyroidism preceded the sarcoidosis. It is more likely that the association of these two common conditions is fortuitous.
The following cases were also shown: Progress: Treated with tetracycline with initial improvement but condition later deteriorated. Ps. pyocyanea (sensitive to colimycin) had by then been isolated from the urine and treatment was changed to colimycin. Deterioration continued and gross abdominal distension developed. An indefinite mass became palpable in the right loin. An intravenous pyelogram showed excretion by a double left kidney but no excretion on the right. Colimycinwas continuedand the child's condition gradually improved. A second IVP (Dr J B Howells) (Fig 1) now showed bilateral duplex
